e., does the dramatic intervention of surgery exert an effect upon the behavior of patients that is more effective in relieving symptoms than medical treatment alone?
The authors reply: To the Editor:
Dr. Nixon raises a very important point in the evaluation of angina, i.e., does the dramatic intervention of surgery exert an effect upon the behavior of patients that is more effective in relieving symptoms than medical treatment alone?
The VA Study can give only a partial answer to the question. We attempted to determine if there were any changes in daily physical activity or employment status in the surgically treated patients that may have exerted a favorable effect on angina. We evaluated the level of daily usual activity (sedentary, light or heavy) at entry into the Study and again at 1 year. The surgically treated group at 1 year exhibited a slightly greater increase in the level of daily activity than the medically treated group (p = 0.026). There was no significant difference in employment status between medical and surgical groups at 1 year. These data suggest that the mechanism of angina relief in the surgically treated patients was not due to a decrease in daily physical activity. We have no data on the psychologic effect of surgical vs medical treatment. A small number of patients (29) with all grafts closed appeared to have better symptomatic benefit than medically treated patients. This could be a placebo effect or it could be due to physiologic changes not primarily related to graft patency as discussed in our paper.
Evaluation of physical working capacity by means of treadmill exercise tests are currently being evaluated. This should provide more objective data regarding the effect of treatment modalities than the evaluation of symptoms. HERBERT 
Cardiomyopathy in Infants of Diabetic Mothers
To the Editor: The interesting echocardiographic data recently reported by Gutgesell et al.' were most informative. However, several important correlations appear to have been overlooked by the authors. The authors failed to find a relationship between "electrocardiographic evidence of ventricular hypertrophy and echocardiographic findings." The data were reevaluated by assigning a score of one to each echo measurement falling greater than 2 standard deviations from the mean for their normal control values (e.g., RVAW > 5, RV > 11, IVS > 5, LVPW > 1.5, EDD > 18, % A > 40, LVOT > 5, TCD > 36). The sum was totaled for each infant, and a nonparametric Mann-Whitney U test applied to evaluate the distribution difference between the groups with normal and abnormal ECGs. The total number of abnormal values correlates in a bimodal distribution with an abnormal ECG (p < 0.0001, fig. 1 ). Therefore, infants with ECG abnormalities are more likely to have associated multiple echocardiographic abnormalities.
The statement that " . . LV systolic function is normal by echocardiography" is not supported by the authors' data. Using their normal criteria for "percent change in left ventricular diameter (% A)," nine of the 24 symptomatic infants have values greater than 2 standard deviations from the mean. Three (12%) are hypodynamic, perhaps indicating congestive heart failure. But notably, six (25%) have increased ventricular contractility. The increased contractility The author replies: To the Editor: Dr. Drummond has raised several pertinent issues regarding our study of cardiomyopathy in infants of diabetic mothers (IDMs).1 The first regards the usefulness and specificity of the ECGs. We stated that "in general ... there was no consistent relationship between the electrocardiographic evidence of ventricular hypertrophy and the echocardiographic finding." We believe that the data support this conclusion. For example, Patients 6, 17 and 20 (table 2) had right ventricular hypertrophy (RVH) by ECG, but normal right ventricular wall thickness and cavity diameter by echo. Patient 18 had biventricular hypertrophy on ECG, but normal right and left ventricular cavity diameters and normal thickness of the right and left ventricular walls and septum. Thus, although an abnormal ECG may be predictive of echocardiographic abnormalities in general, it does not appear to be very specific in predicting the nature of these abnormalities.
The second question raised by Dr. Drummond is whether systolic function is in fact normal in IDMs. The mean percent change in left ventricular diameter (% A LVD) of the symptomatic IDM (36.1 ± 8.3%) was not statistically different than that of the normal newborns (33.6 ± 3.4%), although the range was greater, and indeed, several IDMs had very high values of % A LVD (> 45%). Our point was that left ventricular function did not appear to be depressed. Perhaps we should have said that it was normal or supernormal. In any event, we both agree that therapy with inotropic agents is not generally indicated. HOWARD P. GUTGESELL, M.D.
Department of Pediatrics Baylor College of Medicine
Houston, Texas Reference 1. Gutgesell HP, Speer ME, Rosenberg HS: Characterization of the cardiomyopathy in infants of diabetic mothers. Circulation 61: 441, 1980 Ventricular Defibrillation To the Editor: The recent series of articles and editorials in the August 1979 Circulation regarding ventricular defibrillation are interesting and important. We wish, however to clarify a point made in the editorial by Drs. Tacker and Ewy.1 The authors state that defibrillator shocks may be associated with complications implying cardiac damage and cite our work2 as evidence to support this contention. We believe this to be a misinterpretation of our data. Our conclusions were very much the opposite.
We studied 44 patients after cardioversion or defibrillation. Our patients received electrocardiography, multiple cardiac enzyme determination and myocardial scintigraphy with technetium-99m pyrophosphate. The findings suggested that these tests including the myocardial scintigram became positive only in patients who had suffered an acute transmural myocardial infarction during the time period surrounding the electric shocks. The discharge energy levels for the group were variable; however, 29 of these patients had direct epicardial defibrillation one or more times after discontinuation of cardiopulmonary bypass in the operating room. We found positive scintigrams only in patients who had other evidence of acute transmural myocardial infarction and not in patients even multiply defibrillated. While our data did not definitely exclude the possibility that some myocardial necrosis could have been caused in the patients with negative studies, such necrosis appears not detectable by currently available noninvasive methods. Other authors, have reported myocardial necrosis from defibrillatory shocks and also so-called false-positive technetium pyrophosphate scintigrams after defibrillation, particularly in animals undergoing multiple highenergy shocks within a short time frame. We don't disagree that either myocardial necrosis or positive scintigrams can occur after multiple defibrillations; however, when used in the clinical setting in patients, neither false-positive scintigrams nor elevated cardiac enzymes were found. Indeed, in a separate series of 15 patients successfully resuscitated from out-of-hospital ventricular fibrillation and undergoing multiple high-energy countershocks, a localized positive myocardial scintigram of 2+ or more intensity was present only in patients who had an associated acute transmural myocardial infarction.5 Noncardiac uptake of radioisotope was seen in several patients in this group but was not felt to represent uptake of tracer within the myocardium but rather in the chest wall and hence was distinguishable from the infarction patients. We confirmed this using multiple precordial projections and in some cases other confirming tests, including thallium myocardial perfusion scintigraphy and radionuclide ventriculography.
In summary, positive myocardial scintigrams in multiply defibrillated patients using standard delivered energies did not occur unless there was associated acute transmural myocardial infarction. The meaning of nonlocalized radioisotope uptake or diffuse elevations in cardiac enzymes after multiple defibrillations is not known for certain but probably is nonspecific and related to musculoskeletal trauma. Cardiac damage may be caused by multiple high-dose defibrillation shocks as suggested by Drs. Tacker, Ewy and others; however, currently available clinical noninvasive parameters are too imprecise to draw this conclusion. Due to an error that occurred after page proofs were checked, several figures in this article were mislabeled. Pages on which these errors occurred are printed correctly on the next three pages.
The following pages should replace the original pages: page 1271 should replace page 497; page 1272 should replace page 500; page 1273 should replace page 501. Figure 2 was printed as figure 16 . Figure 3 was printed as figure 13. Figure 4 was printed as figure 14. Figure 13 was printed as figure 3. Figure 14 was printed as figure 4. Figure 15 was printed as figure 1. Figure 16 was printed as figure 2. Figure 17 was printed as figure 19. Figure 19 was printed as figure 17.
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